and as a rule develops into a testicular structure. On the basis of this observation BENOIT (1923) and DoMM (1927) assumed that the inhibitory action of the left ovary prevents the right gonad from growing. UOTILA (1939), however, suggested that an increased release of gonadotrophins causes the compensatory growth. Although experimental evidences are being accumulated in favour of the ovarian inhibition theory, the role definitely played by the pituitary is not fully clarified. In a recent review TABER et al. (1964) attributed to the pituitary a trophic rather than a specific gonadotrophic function. In the chicken embryo sinistral ovariectomy at 4 days of incubation leads to a compensatory growth of the right ovary, visible from the 12th day of incubation onwards (GROENENDIJK-HUIJBERS, 1965) . The organ has broadened and thickened and shows an increased number of superficial cysts. Microscopically, besides an increase of superficial and deep lacunes, the solid medullary cords as well as the fat laden cell groups have proliferated, at the expense of the loose areolar tissue. (The fat laden cells are Schulz-positive and held to be the producers ofestrogenic compounds.) It has to be emphasized that the hypertrophic right ovary has preserved its characteristic female structure, whereas the organ cultured in vitro in anhormonal medium develops into a testicular structure (WOLFF & HAFFEN, 1952 40-80 I.U.) on the 5th day of incubation in a single dose, also stimulates the ordinary medullary cord cells. However, the number of lacunes is reduced and the fat laden cells seem to be inhibited: the groups are small, not numerous and (after fixation with Maximow's solution, containing 2% osmic acid) the cytoplasm is loaded with coarse osmic granules. The latter phenomenon might indicate a storage of the steroid compounds (MARSHALL, 1955) .
CONCLUSIONS S =
The observations reported suggest that the compensatory hypertrophy of the right ovary might be due, partly to a raised level of thyrotrophic hormone, which might cause the increased lacunisation and the proliferation of the fat laden cell groups (the feminine component of the medulla), partly to a specific stimulation of the production ofgonadotrophins, which promote the proliferation of the ordinary medullary cell groups (the masculine component of the medulla).
